Previews 3 vate p53 to a level that promotes the transcription of olfactory experience downregulates NMDA receptors genes that are required for the localized activation of at primary inputs to the olfactory cortex. caspases in axons or dendrites subjected to extensive stimulation by excitatory neurotransmitters. This might Get a whiff of chocolate chip cookies baking in the lead to localized "synaptic cell death" and dendritic oven, and the smell may conjure sudden fond memothinning. p53 is reportedly present in synapses where it ries of Grandma's kitchen. Such strong odor associahas been suggested to mediate mitochondrial dysfunctions are common, but we often take them for granted. tion and synaptic degeneration in response to DNA However, for a newborn infant trying to locate mother's damage, oxidative stress, and excitotoxic insults (Gilnipple, the association between odor and experience man et al., 2003). Clearly, additional studies will be rebecomes a powerful force forming the basis of a strong quired to fully evaluate the role of p53 in HD and other bond between infant and mother. Experience-depenneurological disorders, since other disease proteins may dent modifications in the olfactory bulb, the first relay find the draw of p53's dark side impossible to resist.
it is tempting to speculate that these modifications et al., 1997) . Because olfactory information largely flows in an ipsilateral manner from the nasal epithelium to the olfactory cortex, unilateral naris closure is an effective approach for limiting olfactory-driven activity. The authors found that olfactory deprivation significantly delayed the developmental increase in the AMPA/NMDA ratio and helped to maintain NMDA-only LOT synapses. The obvious conclusion from these studies, as has been observed in other systems (Malenka and Nicoll, 1997), is that there is an activity-dependent insertion of AMPA receptors during early development. However, the authors did not simply assume that a large-scale "AMPAfication" at LOT inputs could account for their findings. Instead, they further investigated whether the developmental change in the AMPA/NMDA ratio at LOT inputs could be a consequence of an increase in AMPA receptors, a decrease in NMDA receptors, or both.
To determine whether the developmental loss of NMDA-only synapses and the increase in the AMPA/ NMDA ratio could be explained by an enhanced contribution of AMPA receptors, the authors performed voltage-clamp recordings in layer II pyramidal cells in the presence of strontium, a technique that allows quantal AMPA receptor-mediated currents to be evoked. Surprisingly, there was no change at LOT synapses in the size of the quantal AMPA receptor-mediated responses 
